be abnormal also in solvent-induced demyelination. Delay in VEP latency, reported in up to 95% of patients with MS, has been seen in paint-thinner abusers and in symptomless workers with chronic low-level exposure to toluene 3 . Might this patient have had MS, with the glue-snif®ng incidental? Diffuse white matter changes on MRI, as observed here, have previously been described in abusers of volatile glues 4 . By contrast, in MS diffuse white matter changes would be very unusual: up to 99% of patients with clinically de®nite MS have at least one focal white matter abnormality 5 . Absence of oligoclonal bands unique to the CSF, as noted in this case, has been reported in only 3% of patients with clinically de®nite MS 6 .
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When symptoms point to diabetes, the diagnosis can be con®rmed by a random blood glucose concentration greater than 11 mmol/L, usually with concurrent glycosuria 1 . Sometimes the result is misleading.
CASE HISTORY
A man aged 76 attended a diabetic clinic for 4 years for control of his diabetes, which responded well to diet alone. His HbA1c levels over this period were in the range 6.2± 7.5% (non-diabetic 56.1%). One of us (NAM) noticed that the diagnosis was initially based on a random serum glucose level of 13 mmol/L and the patient had not experienced typical symptoms of diabetes mellitus. An oral glucose tolerance test (GTT) showed a fasting plasma glucose of 5.2 and a 120-minute value of 2.8 mmol/L. A prolonged GTT was arranged. The patient was advised to eat normally for at least 3 days before the test and to fast from 10 o'clock the night before the test. The glucose load was 130 mL Polycal (Nutricia) in 300 mL water, which was equivalent to 75 g glucose. The resulting glucose curve and urine sugar values are shown in Figure 1 . Fasting plasma glucose was normal at 4.6 mmol/L and the value rose to a peak of 15.4 mmol/L at 45 min and was normal at 120 min. The lowest plasma glucose was 2.6 mmol/L at 210 min. The corresponding plasma insulin was 4 mU/L (2±15). The patient had no symptoms or signs of hypoglycaemia during the test. He stated that he had always been a healthy person. His blood pressure was 110/ 75 and his body mass index was 20.7. On inquiry he gave a history of a surgical procedure 48 years previously for duodenal ulcer.
COMMENT
Vagotomy and gastrectomy were once common treatments for duodenal ulcer. Elective surgery for peptic ulcer is now rare, but many individuals who underwent these operations in the past will demonstrate what is termed alimentary hyperglycaemia. In a population screening of 4667 middleaged men, 158 (3.4%) reported a history of previous operation for gastric or duodenal ulcer 2 . Alimentary hyperglycaemia may occur in normal people and in patients with hyperthyroidism, peptic ulceration or hepatic disease 1 .
Several types of vagotomy, such as truncal vagotomy, selective gastric vagotomy and selective proximal vagotomy, have been used. Characteristic changes in the oral GTT are hyperglycaemia at 30 and 60 min after glucose loading, hypoglycaemia at 120 min, blood glucose returning to normal by 180 min 3,4 . The major cause for the altered oral GTT is rapid emptying of hypertonic glucose into the proximal intestine, with brisk absorption of glucose and excessive insulin secretion. The exaggerated insulin response may be partly responsible for the later hypoglycaemia, along with other mechanisms 5 .
In most cases of alimentary hyperglycaemia, the patient should simply be advised to eat smaller meals. Severe cases can be treated with a 1 -glucosidase inhibitors or metformin. The permanence of alimentary hyperglycaemia will mean that these individuals are exposed to recurring cycles of hyperglycaemia and hyperinsulinaemia, and it is not known whether this increases their susceptibility to cardiovascular disease or diabetes mellitus.
Diabetes mellitus should not be diagnosed on the basis of a single random or postprandial glucose unless there are typical manifestations or complications of diabetes. A high HbA 1c is not con®rmatory. A history of gastric or duodenal operations should be sought, a factor that may in¯uence interpretation of random blood glucose levels and oral GTT. Conversely, previous duodenal or gastric surgery may cause the 120 min result to be normal when diabetes is present.
